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Fig.1 Effects of smoking on cytokine expression in bronchial epithelial cells and macrophages. (A) IL-8. 
(B) IFN-y. (C) TNF-ot. (D) IL-10. In smokers, the numbers of cells positive for IL-8. IFN-y and TNF-a were 
significantly elevated. In contrast, the number of IL-lO-positive celts was greatly decreased. 
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Pig. 2 Time course of changes in cytokine expression after smoking cess<ition. (A) IL-S. (B) IFN-y, (C) 
TNF-a (D) IL-10. *p <0.05 versus continuing group. 'p<0,05 versus 0 weeks. The percentage of IL-S-and 
IFN-y-positiv'e cells were significantly decreased by the 12 ih to the 16 th week after smoking cessation, 
that of TNF-a-positive colls was unchanged even at 16 weeks post-cessation, and that of IL-lO-positive 
cells was significantly increased by 8 weeks post-cessation. 
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Fig-3 Immunohistochemical examination of cytokine 
expression. Fast Red-Naphtol was used as the chro- 
mogen. (A) Macrophages (M) from a smoker before 
(left) and 16 weeks after cessation (right). Note the 
decrease in staining for IL-8 in cytoplasm (arrow) af¬ 
ter cessation. (B) Bronchial epithelial (BE) celts and 
macrophages (M) from a smoker before (left) and 
at 16 weeks after cessation (right). Note the increase 
in staining for IL-IO in the cytoplasm (arrow). N: Nu¬ 
cleus. Bar = 20 pm. 
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Abstract 


Use of Expectorated Sputum to Assess Airway Inflammation of Smoking and Its Cessation^ 

Hiroko%agatomo 

department of Respiratory Disease, University of Occupational and Environmental Health. 

Japan, 1-1, Iseigaoka, Yahatanishi. Kitakyushu, 807-8555, Japa^ 

^0 investigate the usefulness of expectorated sputum in the assessment of airway inflammation by smoking, 
I examined cytokine expression in the sputum of healthy smokers and non-smokers, and compared them before, 
and at 8,12 and 16 weeks after, cessation of smoking. Four cytokines, interleukin (IL)- 8 , interferon (IFN) - 7 . tumor 
necrosis factor (TNF) -oi, and IL-10, were assessed by immunohistochemistry. In smokers, the percentage of bron¬ 
chial epithelial (BE) cells and macrophages with high intracellular contents of the pro-inflammatory cytokines IL- 
8 . IFN-y and TNF-a were significantly increased in comparison with non-smokers. In contrast, expression of IL -10 
was significantly decreased in smokera After smoking cessation, expression of IL -8 was significantly decreased 
by the IG th week, that of IFN -7 was significantly decreased by the 12 th to the 16 th week, but that of TNF-a was 
unchanged even at 16 weeks post-cessation, and that of IL-10 was significantly increased at that time. Cytokine 
expression in BE cells was similar to that in macrophages From the data, we concluded that expectorated spu¬ 
tum is useful for assessing airway inflammation due to smoking and for following the series of changes that follow 
smoking cessation.. 
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